and iron homeostasis in the outcome of viral myocarditis. Methods and Results: In susceptible myocarditis Importantly, iron was found to increase viral replication in vitro. Conclusion: These results production, mediating apoptosis of heart muscle cells at later stages of myocarditis. Notably, HO-1 pathway, thus increasing cardiac pathogenicity.
Introduction
Coxsackieviruses of group B are members of the Picornaviridae family which have ineffective host immune response, these enteroviruses may persist beyond the acute phase cardiomyocytes directly as a consequence of viral replication, but also elicit immune cell innate immune response are macrophages which were the other hand, macrophages cardiomyocytes is associated with he cellular response to stress/oxidant stimuli is catalyzes the rate-limiting step of heme oxidation to biliverdin, carbon monoxide, and family of proteins, is expressed in response to a variety of stimuli that are associated with overload cardiomyopathy is an important cause of heart failure and involves susceptibility disturbed iron metabolism in myocytes induces remodelling processes of the heart, features no data available investigating the molecular interplay between enteroviral infection and show 
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Results
Increased iron deposition in hearts of CVB3-infected SWR/J mice and the effect of iron on viral replication
